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Abstract

In recent years, immunotherapy has become a new research direction of lung cancer. Immune checkpoint

inhibitors (ICIs) including cytotoxic T lymphocyte antigen-4 (CTLA-4) inhibitors, programmed death-1 (PD-

1) and its ligand (PD-L1) inhibitors are becoming more and more important, which have achieved a success in the

first-line or second-line treatment for non-small cell lung cancer.
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RIER SRS, AE A B R RS EE K
KB GPERAEAE - . B, B 2 20 B %) A= ) o
PEWRTT 2B TRV T 7R RS, HINH
BERIVE AR R0, IEPEVERET X PER , AR A
A BB — R T B, i R 32 4

AW REERIT R VI T A E L AR
Y2 R e 2 A5 O B, WL T iR 1 S e
WL, WS HLAR B B R B A AL ) 528 T PILAA AP 5
PE W 5T LA 55 AL XS g 4 By, ) EOPL A 1Y A
PE B A XL L A0 A A0 T A L A% G g
TR IT A4 1 3 G e S B s BE P L S e RO
4 B B 240 L DR 3R 7 DA K 3 B e g 08 =X S A
I7 . BRTHEIE R 2 R Ia 7 A PR . — Bt
i 98 B 982 346 6 BIL ) 14 B 8 AG A AR 25 (immune
checkpoint inhibitor, ICI); . A$EHEE TN IE
A7 N TP i L Ry, T B A e . R
A3 77 b 25 K R A A 1 A Y S e T 1 o i B4R
K, ICIHYTE ZEAE A A ik o TCI F 25 o 40 MY
B PET IR 40 M AH OGP0 ) 4 (cytotoxic T lymphocyte
antigen-4, CTLA—4)%H%U§E5*§)?@?H§H@§EE%
1-1(programmed death-1, PD-1) M Hfidf& (PD-L1)
P25 Wi Fh . AR EMECTLA-441 1] 2547 ipilimumab
Fltremelimumab s ; LR MPD-1/PD-L1 I 24
A nivolumab, pembrolizumab, atezolizumab,
durvalumabZ§©

1 ICI AR HL#I

BB b 9o 1% 3 o7 P fe 928 80y oy, 240 O i 9
EEEAEN, PG T AE b 45 K R A
FE AL R RON T AN, BEJS 3T 3% B 50 A #E 8% B
LU DU MIE RN o T 40 LTS AL 25 — 15 5ok
AT AZ IR (T cell receptor, TCR)IH NPT IEIHE F
i ffd (antigen presenting cell, APC)ZR A 1Y HT 5K
53R EHALHE MR 5 1K (major histocompatibility
complex, MHC)ME &Y, % {55k HAPCL
RS> F S TR S S o BTG E TR oy
T, MITHIM A CD28 ik 4> F 45 & )5 T it 1
7 XU P R il 85 5 . CD28/B7-1, B7-22 T4
WAL FT AT B %, MiPD-L1(B7-H1), PD-L2(B7-
DC)/PD-1, B7-1, B7-2/CTLA-4, B7-H4/BTLAN
LA 53 v 34 ) P T

CTLA-4 FZRIKTERIENNM b, SCD28 A
w R PR, HRA AR EA, (HCTLA-45B7
ST M IIECD285], CTLA-43% 145 4 B74r T
A A MG, FHETCD28/B7-1, B7-2i# %,

T 410 76 T 200 B 4 8 3 5 35 A6 . CTLA-44 il 24 i
AR IECTLA-4 5870 F 454, 59B7-1, B7-2/
CTLA-43 B HIAE AT, T 40 i 58 4 b % 4% Bt i
JARIN. o H T U9 T (regulatory T cells, Treg)
HAE R IR CTLA-4, HA B I S 541 i 200,
1M CTLA- 441 i 24 [W] If 0 i BR 1 Treg 40 i X T 40 AL 1Y
. A, CTLA-430 i 24 34 GE 38 ik HT AR Y
2 A5 0 40 B 35 P 7 H (antibody-dependent cell-
mediated cytotoxicity, ADCC){EH K/ Treg4ilifg
fo L, T e X fir e 1 45 1

PD- 172 — DB Il V2 44K, & 7T 40 i
W Z AR CD28 F ik % S AW il 5 5 W LB oy -,
5 H A PD-L18PD-L245 5 )5 nl ] CD4°CD8'T
MR I 5 5G4, TS B N 4 PR T
?Hﬂﬂ@(cytotoxic lymphocyte, CTL) B PR T8 TG RE
JFREfE HFCD4 CD2S A P T AN MU 8, 5 F Treg
ORI FART S W A NTTR oS € N A D
At ek . PD-1, PD-L17E Mg 40 i 26 i 2 =
ik, HBEELIGEES 2T, BE#PD-L1/
PD- Ll 175 5 R AR S RE R T A0 L, 76 BH 738 #% )5
A B FH MG . PD-1/PD-L141 il 24 3 i % PD-L1/
PD- 13 AT BT, LL3G 558 CT L 20 2% 4 i 240 i
1 I BE -

2 CTLA-4 MMHIZAEME BRI R #HE

CTLA-44#1 Zyipilimumab ¥ 2 34 J7 75 il 8 52
YRR A op R R B R AT AL tremelimumab
FEITINS CLCHF 53 H i 7R B 24 3 97 R 0 2R AN S %
ﬁﬁ%f&%ﬁiﬁ,ﬁﬁ(progression free survival, PES)
IR ME . CTLA-490 4 24 2 I R 3R 36 45 21
Z R, RN BLE AT e X R AUPE T APC
HUR T I GE B B, )5 SR RIS £ 5 k2
BITBCEPD -1 25 8K G697 o FF — WUl o —
LI, A EIE204BINSCLC 1044
AN L L R BT 432, 24 2 ipilimumab
HEEE s RAFRITRE, Xl &7 R
PR R RIIRYY, S — AR paifbinyr .
FIPESTEIF BUC A AH B K (5.1 Hvs 42101,
HR=0.69); W41 7 Hr 5 7 76 8 9 v o7 2508 4
3~4 AR RAIE R AEE 15% . HAl )
ipilimumabﬁ%%ﬂﬁ%?ﬁﬁE‘Jﬁ?ﬁﬂ[m]mﬁﬂ?*ﬁi
Ak, (HEERI/EAE K., CHECKMATE-0325
CHECKMATE-012 F Z 4 Xfipilimumab ik 4 PD-1
6 Zynivolumab#E 171 KM FY . Z o 1/215k
¥ CHECKMATE-032" 5 7E l & nivolumab 21 2}
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5N+ 78 5 % /N 240 M it s v 14 7 0L 52 o7 %
FRIER, K044, 9844 B H 4 %Znivolumab
3 mg/kg, 34 H# % nivolumab 1 mg/kg + ipilimumab
1 mg/kg, 614435 nivolumab 1 mg/kg + ipilimumab
3 mg/kg, 54%41%3%nivolumab 3 mg/kg + ipilimumab
1 mg/kg, &R FMLIK HF10%, 33%, 23%,
19%, 3~4% TR FKIK N 13%, 0%, 30%,
19%. Tremelimumablft & HALIGIT AF5E D,
ARE R, UBESPD-L1#H 25 durvalumab 5
tremelimumab {5 J7 M INSCLCHAEBEHLIb I L ok FE
filt A XA i R 38 7E A7

3 PD-1/PD-L1 I H 5 7E NSCLC 44T
B Y R

3.1 NSCLC Z&iar ik

X T 8K g B R B M e INSCLC /R A
TERPRMEIRYT R Z A AR . b5 55 il 3E (R 8
FE) . AR . RSP+ Z VI AE . FEXT—
LRIR YT S T I T AR B R AT 22 DY A PR S R A R
WIT R & B, 22 7 il BE 4L v 3 A A S0
{/((7.0/[\)3 vs 4.6 11, log-rank test, P=0.047),
275 mg/m*Z VY fih €36 97 A 4 AE KT 3 H
(7.51H vs 461 H , log-rank test, P=0.010). IMi7E
500 mg/m* 55 M FEFN7S mg/m*Z P4 {3 HL A0
il i i PESHH2.940 H (HR=0.97, 95% CI:
0.82~1.16), AT (8.31H vs 7910 H
95% CI: 0.82~1.2), PUILEE A= 5259 76 5575 i dt
5 Z ViR A b T 2 P FEAE PES X B AE A7
(overall survival, OS)Jy it H AR/,
B AT UL, DL b R T R A A U A A O TH AL
RIFARE, Bz Ah, A HALE S22 iRTT
AL 23R 9T 5 R A T B A a0 R UL
R, MITAE XSGR AYPD-1/PD-L1 ICTH! ¥ il N
NSCLCHT A ZIRIT K

3.2 CHECKMATE-017 5 CHECKMATE-057
fECHECKMATE-017#F 52", B 75 1L 4%
nivolumab X Lt £ V4 fib B8 7F Jifi % 468 — £ 3R 97 T 1
TS % e, X T2 MPEL4, nivolumab
AR FEHREPMOS, WA BB No.2f6.01 H
(HR=0.59, 95% CI: 0.44~0.79, P<0.001), FH
mﬁ%E&%gXﬂﬁmg(ob]’ective response rate,
ORR) HIPFS, 10T M K3~ 498 7 PEfEnivolumab 41
H7%, T2 VI PEd Fss%, A —E W
Ak, HR R IPD-L13K 35 K 597 SUAF 76 HH

Xk, CHECKMATE-057"SWFFE % 4 2 & B WL 2l
2697 R WE AR BENSCLC B &, 45 A A
W Rnivolumab 2 i #F & ALOS, P75 N
12.219.41 H (HR=0.73, 95% CI: 0.59~0.89,
P=0.002), {HORRKPESHK I FIEK . BRILZ 4,
B RIPD-L1R IR A B, IR IR R & ok, BT
FIRBFSE LR, nivolumab T-201S4E % 25 E £ 5 )
2595 # R (FDA) L HEH T INSCLC Y 43R
57, BUR T Z7EhEE

3.3 KEYNOTE-010

PembrolizumabfENSCLCIH #F 5% 1 B /R
A R BT M E M, JOF X TPD-L1=50%
By A", KEYNOTE-010"" ik — 2
i@'%pembrolizumab, WFoE 3% EPD-L1=1%
—VRIT R M INSCLC R E, 1:1:1F 4L
Tﬁ%pembrolizumab 2 mg/kg, pembrolizumab
10 mg/kgi B3 1IR Z VUM FE7S mg/m*, SR W
N TERABES OSEZ/I\%IJEH/‘JpembrOIizumab
A, PALoSr 104, 12.758.510 1 ;
S AIPESA LI 22 7. X TPD-L1=50%MY
WA 85, OSEZ/I\%IJEE‘]pembrolizumab?ﬂﬁjﬁ
FoE, A0SR N14.9, 17.358.2 0 341
A PESA NS0, 525410 H o 3~SHIRITH
KA K F A FEpembrolizumab 4] A& A= R 55 2 V5 fih 3§
AR, 430 H13%, 16%535%, XLLas5iE el
pembrolizumab?ﬁ?ftﬁﬁ?%%NSCLCE‘J:Q)%‘VSTTAo
BAN, 20174EASCOFRIE " FE X KEYNOTE-0101
B2 Inm AT kB . — BB S EG EE R b ol R R AE
WHESHE . PD-L1=50% . ¥f4: AIEGFREAL 5T
R OSHIFE

3.4 POPLAR 5 0AK

POPLARIREG "4E M . X T HE A AT 5k
MAHNSCLCHE#, ML ZPfbFE, atezolizumab
I EF KOS, PD-L1FKIKAK S, J7 0K 4
K, atezolizumabiit Z M B I, OAK#E—H 40
H K FatezolizumabfF 2R IGIT T ML . OAK
W PO R N E MR AR A
PD-L13iA ABERYOS, 25 5F W I/ROSHIZ: 42
POPLAR. [RIfF &P, BIfEfEPD-L1JC AN #
Z, atezolizumabfJSR AT OSIE E . 241
708435 H12.658.91 H (HR=0.75, 95% CI:
0.59~0.96), NIEHINSCLCHEH LG 7 I REH
(77 1] o 20174FASCOHE T — T 7F O AK [ & fil
b, MHINSCLCH H 3t B J5 4% Siatezolizumab
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fﬁﬁﬂ‘]&ﬁl%ﬁ”ﬁ[mo TE33244 % idatezolizumab
BYF G PD (RECISTvI. 1) R FH h, s1%4k4k
atezolizumabiBJ7 ; Hr17% Ry B & 7R A8 Ab 3R
Jii B2 ] N (TEPD B 626 1 AK30%), 49% M) B
B 8 B AR FA i (AR 30%~ 1 HK20%), 0SS H
127 H(95% CI1: 9.3~14.9), H A& WL 284 KUK Y
B, I, atezolizumab 7E % #F Jig J5 4% £ i FH
H—ERR, MiTE2017 ASCOK ) — I =
atezolizumabBt & — £ A [l L2218 97 F RIGIT MG
WINSCLCTi Z M4, H OS M PFSEE 37 15 W5 & B
BB E R HZBRF/ANEEA o 58 1 ml 5 X
6], 16 ) AT 58 IE e — B R, A
W FratezolizumabRE7E—ZR IR YT ™ BB BIIE o

4 PD-1/PD-L1 #MHIZH7E NSCLC — & 877
YR

PUBAZE O il ) AL 27 3R )7 2 e NS CLC A 3
SENBAPE B — LR iR T o SRR SR T e A A
A PTG, H30% M) BF IF A TR RN, £
R IH T BRI B AP s AR il
A [R5 E B AL 2230 T 4R DT O 15 1/, £9609%—
LRIRIT G R R R R SR
PD-1/PD-L Ul 25 £E 23R )7 H /s A 4 35
At gh Ho ) — 2GR T it — PR R

4.1 CHECKMATE-012
fECHECKMATE-012 2% A 3% (% i 1]
NSCLCHE H 1:1: 1ML E:Z &2 8 1 nivolumab
3 mg/kg(A4l) . nivolumab 3 mg/kg%F2JH 11K +
ipilimumab 1 mg/kg® 128 1% (B4l) . nivolumab
3 mg/kg®E2JH 11K + ipilimumab 1 mg/kg%F6 11K
(CH) P i R BN AT HE 32 ) Bt . 25 R o B
I PFS, ORRMI4FOSHKFHAPD-L1HMF
IRHEE AN BCA 2541 (B4L S c4l) Ay T PES
WK T 2541 (8 vs 3.6 1 H), 14FOSF 5 Hzhy]
KWL 22 50(76% vs 73%), {HFE % PD-L1FHM: %
NG, JF H R E LT HRAA ., rARIT A
KA R AEBA 5 CH 50 82% 572%, 3~49%
TRIT A R W ZEBLL 5 CH 7 3 H37%5533% .
TG IT A AN BN S5 8 UL IR 2 B2 Bk (B4 39% , C4l
36%), H WA (BLH24%, C4123%), WNArih (B4
11%, CZ21%). MAREH L3~ 4903697 M LA
KL R 2 IR 7 I3 v (B4 8%, CHTG), Wi (B4
5%, C#13%), ' LHRIIREAR 2 (B4L3%, C45%),

4R (BAH3%, CHIS%). JHIGITAHIA RN
TEBAL S CA il 32%528% . T B2 i WL
FIRIT A AN L RN &l 48 (B, CAL¥IAS%) . &
RITAHRIE T F M LA BRI Z A, N+1BCA7E
PD-L13R 3K < 1% 1) F8 3 A7y AT 0845 2] i 8 1) it oo
TP JE S K I RE T B oK & R B2 08,

4.2 CHECKMATE-026 5 KEYNOTE-024

CHECKMATE-026%F X PD-L 1 BH 1 1) i 11
NSCLCHE & L & M L2217 YT Hnivolumab
ER — 2R T BIF R, HEA DR EL, 4
Ja 5 Z WA A E AKEYNOTE-024%1 K33 .
KEYNOTE-024i{ 45 1", ffi FHlpembrolizumab
IR BT RN — &7 B iR ST PD-
L1=50%MINSCLC, HEPR TEGFREA ALY
ALKEHEM B # . Pembrolizumab 51k 2%/ 97 #H
I, B AIPESH10.3 1A, FFEIN N6.0MH
(HR=0.50, 95% CI: 0.37~0.68, P<0.001), OS,
ORR M % &L Bon B TIA6)7 . ht
Al L, Hizipembrolizumab/f o — 2836 J7 75 = 1
FEMPD-L1=50% ANfF k4, HIt, S2EFDA
T20164E 4L ME T T M INSCLC i % — £ i6)7 . 18
2017 ASCO#R Y, 3 TKEYNOTE-0244k %5 W
BEM: T —Zpembrolizumabif 7 i & M %
PES, S5{L2#IRYTAH L, 2% pembrolizumabifyy
BB B2 — 4R DL BYRYT, PES258R /R —
?ﬁpembrolizumabéﬁﬁ]ﬂ:’ﬂﬁifﬁ‘fféﬂ(NR vs 8.6
H)o OBEVIRT R 219 A JE, RERIRTr 4l
HHEZ BB B2 A LIRYY, pembrolizumab4l
(1 SET OSAT) i A Tk 2 IR YT 4

4.3 KEYNOTE-021
Pembrolizumab/E N L Z5 AT I NSCLC
C R AT R, KEYNOTE-021 454 il &
pembrolizumab 5 1+ 3% 52 fh FE K & 367 1 I E
BENSCLCRIRL R, HEBR TEGFRZE AL PHIE H ALK H
HEf s o BFoe 7 % I & 26 40 LL Bt Ak 27 3h
ST EIFHIORR(S5% vs 29%), 3%t LA FIGIFAH
AN B A T 5 (39% vs 26%) . fEBES 254
o B LAY S B (129 ) AR PR R 20 B D (5% ),
AN B R0 2t B A L A AR i ek 2 |
o7 . RN D i NS D A 3% FE
A A IR YT A B R LB SR A (15% ), FHiAth an
A REE o SV R A N 1 T A N | AN R A=
Hi3%, 2017 ASCOFRIE 5 £ M#XKEYNOTE-021""
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RGNS, K BLAE AN N S A F Y Bl U5 i [E]
A, —&p+fsAin Ty S i T AR L, DA
I PRAR G I7 R Ji , A5 ORRILIT WA, Tl
HEJE ST AU I8, DL R OSEE i ka # . Ui P
pembrolizumablk & 622107 X T M AR BENSCLC
A BB — Rl R LT 52 B — 23697 5 &

5 PD-1/PD-L1 I HIZ57E NSCLC &7 H /Y
Hh#E X it R

TE20 1 74F RO it 88 K 25 (ELCC) L4Rkds 77—
T[] B A 5 00, A R R R Y B A7 Ak 2R A
57, WAl N MR A 320 PD-1/PD-L LMl 253677
RO, XTRRZINE . 25 R BRI A PRZ I 3
T X R 4H (27% vs 7%, OR=0.3, P<0.0001). W
ZHSDHY B LB 3 A S51%553%, PDAY EL 43
BN22%540%, £ HlogisticllH B/R: i
PER . BEAEAL 220697 R 5 H . Mg A2l ee 2k
AL W s ORI RO IR T T R S R E A
SEIRIT PRAR Y M et . T Wk A3 %3 PD-1/
PD-LIIHI 253097 3, 5 Sei Rk 2= IR 97 AL
Y EROIN o

2017 ASCOP 34 T —Tinivolumabf Jy 5 i
Wy r v AE R W AT VIR NSCLC 1 B I7 00 As , 45 51
B8 nivolumab/E A Hr il Bh 7 ik 0 A il A4k
W5 9/21(43%) 88 E AT £ B% BLN (16 VI BR bR AR
R B iR A <109, LR AT 50040 Ry JERE Y
BT IR S, RIG o HEEUI N, 86%
AN I LR K . ICHE M R WINSCLCHIHT
BRI MR ARRER IR R IT I,

1F2017EMSO K4 |, I PACIFICSE R FE
ARV AR E T AR VIR B JR M INSCLC /i &
o, RS BRE S R R 2D Ak 2R T S R R AR PR
SRR E , [ HdurvalumabZE R 8 I7 A B E K25
SFRUEIBIF A, durvalumabZE K PESHEE 114> H
(16.81H vs 5.6 1~ H, HR=0.52, 95% CI:
0.42~0.65) . DurvalumabZd X} lL %R HI4H, W&
P ORR, L 535 428.4% vs 16.0% (RR=1.78,
95% CI: 1.27~2.51). MAM, TEALPHAL 2B FH BT
B AL FE RS T E] , durvalumabH 21 B 540 T2
L (23.21 H vs 1461~ H, HR=0.52, 95% CI:
0.39~0.69, P<0.0001),

6 ICI 7E) iz HA/INH R Aifi 3R 7 Y it R

— L/ TR 6 R g T Ak R T R

Je T3z /0N 20 M it 9 B kA A nivolumab )2 5
ipilimumabBk & H 09ITRL . 83 70 #4523 mg/kg
nivolumab %2 J& 13K 55 76 b Fe il [ 4% 22 Fnivolumab
1 mg/kg + ipilimumab 3 mg/kgﬁnivolumab
3 mg/kg + ipilimumab 1 mg/kg®F3 11K, HELE
4. EEMR A S ORRA I H10%, 23%,
19%; "FAIPFS/FHIN1.4, 2.6, 1.4 H; oS
ka4, 7.7, 60 3~4FURITH AR R
N fEnivolumab 825 5 & H 25 41 530l 13%,
19%~30% . FEHIISHURBOME TR P B3 bl mT WLy
B, RTINS PD-L1IRFIRAETC . i 5 —TiII
W R B0 PV SE 710 mg/kg pembrolizumab %2
Sl LIRAE24 B PD-L1> 1%/ 12 /)N 40 Jifd il 93 v i 7
o B ERORRN33.3%(95% CI: 15.6~55.35),
P PESH1.9MH (95% CI: 1.7~5.9), H{i0SH
9.7 (95% CI: 4.1~NR). 2| % & H:3~s9034
PR RN, A SR CE I E 22
ROEETBAL RN . HURAR S . AN R LR A
iE o AN, TEWIG )2 /N0 i R o i 2
REAHARFEIA T +ipilimumab /2 A5 4, &
IPIZHORR M OSHHZE L o & TI7 RS br i 0
H TPD-L13& ik RRAR S H KA B = 548 £5 I 8] (1)
AH I B 7R PD-L 1A AT RE B A 70N 40 Jif fii s B 988 2 97
MU S bR o B T RETR YT ZE /N2 i 9 v Y BH
R

7 AR E

7.1 PD-L1
PD-L1J& H Al fix b 24 B9 97 20 100 b 75

— MMM, PD-L1RIAMGE, #2815 82, Xf
ICIA R By, A AT B 4. SR =F 92 IRk
WA, BF T AR R AP A — s a) A e
9—, X TPD-L1at Rk A rifEFEE L
B, E R A A B e A R IR PD-L 1R — A
AR B, RFEARI AR (R LA Wi Dako
22C3, Dako 28-8, VentanaSP14)4: S %fPD-L145
NS 17 N I £ L b 10 € R = D NN A =
JY RTINS 25697 &5 FPD-LIMRIE; S,
—$6pD-L Ik KT8 B o R 3A 1Y B X ICTA
&, REW, PD-LUAE T H AL AR T 434 2 AR i
e TE 2R as A, H TR E— 2D W A 4
AR AE K FHPEARE S

7.2 MERE G
I3 —J7 W, I —IPPA R 5878 D4 (tumor
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mutation burden, TMB) (B8 b 81 ) 44 41 fitg
i L2878 BB X TR YT 45 R 5 i 1 B R M A dr Y
B EETMBEHE T, nivolumabd AR KL
b2 VBT 2 i (47% vs 28%), H {7 PESHLE K
(9.7 H vs 5.8 H ), %k el st T XUES He Ry
0.62, Wk TMBAE Jy A4 ) br 25 4 8 AE 4 21
nivolumab M I RAR £5 o 75 )5 Ji 5 A B2 & TMB
3 2k 3 e g PR AR, iR R G g R, B
YR e RN . AN A B ST P HIESS . TMB
T, MR R S R R TG R PD-1/PD-L1
259697 Z Fh 98 1 ORR 5 TMB i, 1F AH B¢
F LA SR, TMBIEF & A A 4 0 97 85000 A
Yy, A3 TMBAT A7 AE—SE e P03 B 58 78
e mys, JEERMHC-HURIKE &Y, H3
THAMPTRG], LA RRIH, Bk ERE
A TMBIA Bl — 2 &8 A4 1] B8 0 P e e %
R Bl G AR AR A7 A PR A5 R AR T
Bese s, R4l fE ook UMY 4% Y4 . TMBTE RS
YA G 1 £ 35 )y T Y R A B [R) At ol T Pk K

7.3 I EARTRE/SEEE S EE R

MO EANTEE (microsatellite instability,
MST) /45 FC 8 & 3 B fE (mismatch-repair
deficiency, MMRD){E & S iny7 P 3k — &
K, WM B EDNAJK) Z A T 3 K 419 Ja 5 5%
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